We report on a 40 year old woman who presented with typical unstable angina pectoris associated with pulmonary oedema, due to poorly controlled hyperthyroidism. No cardiac abnormality was detected by echo-Doppler and nuclear ventriculography. Coronary angiography demonstrated normal coronary arteries. This case represents a new manifestation ofthe known association ofcardiac ischaemia with hyperthyroidism in the presence of normal coronary arteries.
Introduction
Heart failure is a rare manifestation of thyrotoxicosis in otherwise healthy young women who are in sinus rhythm.1'2 Ischaemic heart disease is also uncommon in this sector of the population.34 A case of severe pulmonary oedema during an ischaemic episode in a 40 year old woman is reviewed herewith. This patient suffered a typical anginal syndrome, induced by poorly controlled thyrotoxicosis, in the presence of normal coronary arteries.
Case report A 40 year old thyrotoxic woman was admitted with severe pulmonary oedema. Grave's disease was diagnosed 8 years prior to admission and the patient was treated inconsistently, though effectively, with propylthiouracil and propranolol. Three months prior to admission, her known thyrotoxic symptoms (fatigue and palpitations) worsened, and she developed typical angina pectoris on effort. Both thyrotoxic and anginal symptoms were relieved by methimazol and propranolol but recurred upon withdrawal of the treatment one month prior to her admission with increasing severity. On Acute ischaemia is a well known trigger of acute transient left heart failure in patients with an otherwise adequate heart function. On the other hand, heart failure due to thyrotoxicosis per se usually develops gradually. It tends to occur in elderly patients, usually with atrial fibrillation and cardiomegaly, who frequently have concomitant heart disease, and it resolves slowly with antithyroid treatment." 2'7'8 It has rarely been reported in young thyrotoxic women with otherwise normal heart, who are in sinus rhythm. 1,2,8-10
The sudden onset of pulmonary oedema in a patient without previous symptoms of failure, its rapid resolution overnight with normal echocardiogram and left ventricular function thereafter, also strongly suggest acute ischaemia as the trigger for the event.
Angina pectoris is not common in young thyrotoxic women3 and myocardial infarction is altogether quite rare.4"0 Preexisting atherosclerotic coronary artery disease was present in most of these cases, and was unmasked by hyperthyroidism. This combination, therefore, tends to occur most frequently in elderly male patients.3 There are, however, a few reports in the literature suggesting the existence of a different group of young thyrotoxic patients without any risk factor for atherosclerosis, who have myocardial ischaemia with normal coronary arteries. The mechanism underlying this phenomenon may be either an imbalance between myocardial oxygen supply and demand,12 or coronary artery spasm, as was proven angiographically in two cases.'2"3 The clinical manifestations in these patients included anginal syndrome,12-14 myocardial infarction,'5-'7 arrhythmias'4 or sudden death.'0 We are not aware of any previous reports of pulmonary oedema as a manifestation of acute ischaemia in such a setting.
We believe that our patient had an ischaemic event terminating in severe pulmonary oedema, accounted for by the previously described association ofthyrotoxicosis and ischaemia in the presence of normal coronary arteries. 
